Physiopathology of ascites in portal hypertension.
Ascites is a frequent complication of sinusoidal and postsinusoidal or posthepatic forms of portal hypertension. Its pathogenesis can be divided into factors favouring the efflux of fluid from the vascular to the peritoneal space, factors favouring the accumulation of fluid in the peritoneal compartment and factors responsible for the repletion of the intravascular volume and hence the continuous formation of ascites. In decompensated cirrhosis, this repletion is realized by renal retention of sodium and water due to activated neurohumoral systems. The peripheral vasodilation theory can explain most of the physiopathological events in cirrhosis with ascites. Some observations, however, oppose this theory. Hence, recently a modification of the theory was proposed in order to reconcile some apparently conflicting studies. The origin of the vasodilatory state in portal hypertension appears to be multifactorial. Most reports indicate that an increased vascular production of nitric oxide, a potent, locally acting vasodilator, plays an important role in the pathogenesis of the peripheral vasodilation in portal hypertension.